Left ventricular non-compaction is a cardiomyopathy caused by impaired evolution of prenatal myocardial compaction process. During embryogenesis the intertrabecular recesses interact with the left ventricle endocardium. It leads to the formation of myocardial capillaries [1] . Left ventricular non-compaction can be presented as solid abnormality as in combination with other hereditary structural defects [2] . MTHFR gene codes MTHFR-protein (methylene-tetra-folic-reductase enzyme) that is responsible for intracellular biochemical reaction of homocysteine transformation to methionine. This enzyme requires pyridoxine, cyanocobalamin and folic acid to perform its biological role. Detected gene mutations are known to be associated with structural conformation changes of MTHFR-protein binding sites responsible for linking with folic acid.
Alterations of the folic acid intracellular metabolism during the period of embryogenesis results in neural tube malformations [3, 4] . One of them is left ventricular non-compaction.
Also, we need to take into account the possible role of comorbid sub-acute myocarditis on left ventricular non-compaction as the additional factor for myocardial heterogeneity.
Interestingly, the association of myocarditis with left ventricular non-compaction was previously been described [5] .
Patient received recommendations to delay surgical procedure and start medical treatment with amiodarone.
On the next visits to the clinic patient had no complaints, no clinical signs of heart failure and no thromboembolic events.
Summing up, we would like to underline that sporadic genetic mutation of genes responsible for folic acid metabolism can lead to the formation of left ventricular non-compaction. This cardiomyopathy may have prolonged asymptomatic course (for decades of years). Comorbid subacute myocarditis, probably, can significantly increase the risk of clinically significant arrhythmic events.
